mCelldeX An Axl-targeting Monoclonal Antibody that Inhibits Axl Activity and Potently Stimulates the Innate Immune Response
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BACKGROUND Activation of Inmune Responses in Myeloid Cells T Cell Activation in Mixed Lymphocyte Reactions CDX-568: An Ax| x PD-L1 Bispecific Antibody Based on CDX-0168
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